Abstract
Introduction

43
Pro-inflammatory cytokines such as TNF-, IL-1, and IL-18 play important roles in 44 the pathogenesis of chronic pain (Sommer, 1999 
46
Increasing evidence suggests that glial cells such as microglia and astrocytes are 47 activated in pathological pain conditions to produce these pro-inflammatory cytokines. 
219
In current-clamp experiments, the action potentials were evoked by a current injection.
220
The resting membrane potential was measured without a current injection.
221
Data analysis and statistics. All data were expressed as mean ± S.E.M. ELISA and 222 behavioral data were analyzed using Student's t-test (two groups) or two-way
223
ANOVA followed by post-hoc Bonferroni test. Electrophysiological data were tested 224 using two-way ANOVA followed by post-hoc Bonferroni test or two-tailed paired 225 t-test. The criterion for statistical significance was p < 0.05. neurons, and some of them bind IB4 (Fig. 6A ). This is consistent with a previous 302 report that IL-17RA is localized in majority of rat DRG neurons (Richter et al., 2012) .
303
In contrast, IL-17 expression was observed in satellite glial cells that express action potentials in some DRG neurons (Fig. 6 B) . Also, IL-17 significantly 313 depolarized the resting membrane potential (Fig. 6 C, p=0 .0001) and significantly 314 16 decreased rheobase (Fig. 6 D, p=0 .0068). IL-17 bath application also increased 315 numbers of action potential discharges to suprathreshold current injection (Fig. 6 E, F) . in small sized neurons compared with the vehicle-treated neurons (Fig. 7A, B) .
336
Strikingly, this excitability increase was suppressed by IL-17RA antibody, as 337 compared with control IgG (Fig. 7 C, D 
427
Our working hypothesis is illustrated in Supplementary Fig. 2 
